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and then gradually declines over the next three months but remains
significantly elevated for life SJL/J mice are unique in that they experience
a 15- to 20-fold increase in serum LDH, a recessive trait of this strain
(Cnspens, 1971, 1972, Inada and Mims, 1987) The increase in LDH is due
to decreased clearance of only one of five isozymes of LDH, LDH V
(Plagemann et al., 1963; Warnock, 1964) Several other plasma enzymes
are increased in activity but to a lesser degree than LDH (Notkins, 1965;
Bnnton, 1982).

The virus replicates only in a small subpopulation of macrophages, the
specific identity of which remains in question Initially, considerable evidence
seemed to implicate the la positive macrophage as the susceptible cell (Inada
and Mims, 1984, 1985a,b, 1987) More recently, it has been shown that
macrophages with a trypsm-sensitive receptor (la antigen is not trypsin-
sensitive) are the permissive subpopulation (Kowalchyk and Plagemann,
1985, Buxton et al., 1988) SJL/J mice apparently have more of these cells
than other strains of mice (Inada and Mims, 1987) Cytopathic effects have
been seen in vitro in these cells The virus replicates for one cell cycle
only, unless the specific subpopulation of macrophages is replenished After
infection these cells have impaired antigen-presenting capacity and do not
trigger memory T cells (Isakov et al., 1982a,b; Stueckemann et al , 1982a,b).
Acute infection also causes rapid, transient interferon production (Evans
and Riley, 1968, DuBuy et al., 1973), which is associated with enhanced Fc
and complement receptor activity of macrophages (Lussenhop et al, 1982).

During the first few days of infection, there is necrosis of the thymus-
dependent regions of lymphoid tissues throughout the body (Hanna et al.,
1970a,b, Profitt et al., 1972) and lymphocytopema (Riley, 1968). Thymus
weight decreases by 40% but returns to normal or above normal weight by
seven days after infection. These changes in lymphoid tissues are abrogated
by adrenalectomy prior to LDV infection (Profitt and Congdon, 1970;
Santisteban et al, 1972; Bnnton, 1982)

In the first few weeks of infection there is depression of cellular immunity,
as evidenced by the longer survival of skin allografts (Howard et al., 1969)
and increased tumor growth (Michaehdes and Schlesmger, 1974), these
functions gradually return to normal after weeks or months

Antigenic challenge by T-cell-dependent antigens within 24 hours of
LDV infection leads to enhanced humoral responses, while challenge three
weeks or longer after infection leads to diminished responses (Mergenhagen
et al., 1967; Riley et al., 1975; Isakov et al., 1982c) A similar enhanced
response dunng early infection has been reported for a T-cell-mdependent
antigen, but diminution of the response in chronic infection did not occur,
suggesting defective T-cell function (Michaehdes and Simms, 1980). Mice
infected with LDV produce high blood levels of anti-LDV IgG antibodies
that remain high for a year or longer (Coutelier et al., 1986)

Circulating antigen-antibody complexes are produced by four weeks post